Introduction
Multiple vitamin deficiency due to poor dietary intake, impaired absorption, inability metabolically to transform the inactive vitamin (in diet or drugs) to its biologically active metabolite as a result of hepatic hypo-function or impaired tissue storage in chronic alcoholics is well documented (Thomson, 1978; Thomson, Rae and Majumdar, 1980b) . Vitamin deficiency may limit repair of ethanol-induced physical damage. It is, therefore, important to ensure that current therapeutic measures effectively replete the deficiencies. Deficiencies are normalized quite well after i.v. polyvitamin therapy (Majumdar, Shaw and Thomson, 1981 
Methods
Samples of blood were of 4 ml in special vials (containing acid citrate and dextrose as preservative to prevent haemolysis) from each patient on admission before starting treatment and also 6 hr later on the same day. The following erythrocyte enzyme activation tests were used according to methods of Heller, Salkeld and Korner (1974a, b (Thomson, 1978; Thomson et al., 1980b) . All these vitamins are converted in the body, especially in the liver, and erythrocytes are converted to their biologically active metabolites with the help of ATP which then act as essential co-enzymes in vital functions, i.e. thiamine to TPP, pyridoxine to PALP, and FAD, which is the main co-enzyme form of riboflavin.
The biologically active co-enzyme form of vitamin B6 (PALP) in erythrocytes and plasma has been shown to reflect the nutritional status (Rossouw et al., 1977) . oETK and acEGR also reflect the vitamin status for thiamine and' riboflavin respectively (Heller et al., 1974a, b) and hence the nutritional state as well. The present observations indicate the need for relevant vitamin supplementation in chronic alcoholics and also supports the inclusion of vitamins in a conventional detoxification regime for chronic alcoholics.
Vitamin deficiency frequently accompanies alcoholism in the U.K. (Thomson, 1978; Thomson et al., 1980b) and also in the U.S.A. (Leevy and Baker, 1970; Leevy, Thomson and Baker, 1970) and may limit repair of physical damage induced by chronic ethanol ingestion.
The provision of nutrients which can be utilized at the subcellular level may therefore limit the degree of permanent brain damage and enhance tissue repair (Thomson et al., 1980a 
